An alcohol abuser with hepatitis C developed multibacterial sepsis. His mean 100%alcohol intake reached 400 ml/day. In January 2001, he suddenly experienced fever (39°C) with no other symptoms. One week later, he was admitted to our hospital and was subsequently diagnosed with sepsis associated with four species of bacteria {Streptococcus constellatus, Fusobacterium mortiferum,
Introduction
Immunodeficient patients such as those with AIDS,cancer, or rheumatic diseases are likely to develop opportunistic or superimposed infection, but cases of multibacterial sepsis have rarely been reported (1) . Weencountered a patient with hypertension and hepatic cirrhosis who developed multibacterial sepsis involving four distinct bacterial species.
Case Report On January 7, 2001, a 68-year-old Japanese man, under care at our outpatient clinic for chronic hepatitis C and hypertension (4 mg/day candesartan), suddenly had a fever (39°C 
Discussion
Multibacterial sepsis is uncommonand only observed in immunocompromised patients with such disease entities as cancer, rheumatic diseases, or AIDS. Such sepsis is intimately related to treatment or exacerbation of underlying diseases. In the present case, we searched extensively for a possible underlying disease such as cancer, rheumatic diseases or viral infection as well as lesions in the dental, otolaryngeal, or anorectal organs. Despite extensive testing, no specific findings were confirmed except for chronic hepatitis C with cirrhosis (hypertrophy of the left lobe, irregular surface, and low serum levels of choline esterase). Whenmaking a diagnosis of sepsis, it is important for one to verify the route of invasion of the pathogens, however we could not make this determination with our patient. Since the usual routes of bacterial invasion were ruled out in this patient, we then theorized that the multiple bleeding ulcers in the stomach body and angle were the most likely site of invasion. Furthermore, the four bacteria detected usually colonize the mucosal surface of the alimentary canal including the stomach (2, 3). Although we cannot verify the initial vector or timing of the infection, i.e., whether sepsis preceded ulcer formation or ulcer formation preceded sepsis, we do know these pathogens can invade the circulation via ulcer craters.
In fact, some investigators have reported such a gastric ulcerinduced sepsis (4, 5) . The patient's daily alcohol consumption (a mean 100% alcohol intake of nearly 400 ml/day) may have been a contributing factor in the infection. Chronic alcohol ingestion is known to suppress neutrophil functions, myeloid colony formation, cell-mediated immune functions, and NKcell activity (6) (7) (8) (9) , and in addition, may lead to folic acid deficiency that can deplete myeloid precursors in the bone marrow.
Epidemiologic investigations of alcohol abusers, particularly those with leukopenia (10) or hepatic cirrhosis (1 1) indicate susceptibility to many infectious diseases. The mortality and morbidity rate for pulmonary infection, sepsis, peritonitis, and meningitis are high among ethanol abusers (10).
Furthermore, episodes of bacteremia and spontaneous bacterial peritonitis (almost all patients have ascites) are reported to be commonamong alcoholics with hepatic cirrhosis (12) .
Aerobic gram-negative bacilli and pneumococcus are the two major pathogens found in this population. Since the present patient had demonstrated the abdominal CTfindings and low serum levels of cholinesterase suggesting hepatic cirrhosis, and the four pathogens detected are common inhabitants of the intestine including the stomach, it would seem our patient's clinical course appears to parallel that of the classic immunocompromised chronic alcoholic with cirrhosis (1 1).
In conclusion, we describe a case in which an ethanol abuser with hepatic cirrhosis developed multibacterial sepsis (both gram-negative and gram-positive anaerobic bacilli) most probably due to suppressed immunefunction associated with chronic alcohol ingestion and hepatic cirrhosis. Wecontend that gastric ulcer craters maybe the primary invasion route of these anaerobic bacteria, all of which have been knownto colonize the gastric mucosalsurface.
